PROGRESSIVE MUSCULAR ATROPHY ASSOCI¬ 
ATED WITH LOCOMOTOR ATAXIA. 1 

WITH TWO ILLUSTRATIONS. 

By JOSEPH COLLINS, M.D., 

Visiting Physician to the Hospital for Nervous Diseases. 


T HE following case, which I have had tinder observa¬ 
tion for the past six months at the Hospital of 
Nervous Diseases, presents a typical clinical pic¬ 
ture of two distinct diseases, both of which have for long 
been considered diseases of the spinal cord. One of them, 
the progressive muscular atrophy, in an extremely ad¬ 
vanced stage, the other sufficiently well marked to have 
all the cardinal symptoms ; therefore, I have deemed the 
case of sufficient rarity and importance to present it for 
your observation. 

The clinical history is as follows: 

L. M., 50 years old; a native of New York, and by 
occupation a commission clerk. There is no history of 
neuropathic heritage. When twenty-five years old, he 
had the misfortune to contract syphilis. For many 
years, from early manhood till the time when his disease 
incapacitated him from earning the necessary money, he 
was addicted to strong drink. As a young man he was 
very strong, and he often essayed to test his strength in 
the prize ring. In 1862, he stopped the progress of two 
bullets and they are yet lodged in his body. With these 
exceptions he remained quite well until his thirty-sixth 
year. He then noticed after a period of considerable ex¬ 
posure and debauch, that he was losing the strength of 
the arms, and that his grip was becoming progressively 
weaker. With this there was associated general weak¬ 
ness of the extremities and considerable pain in the legs. 
For two years he grew worse steadily, and finally on 
losing control of the bladder he went to a hospital. In 
the hospital his upper extremities continued to get 


1 Read before the Section on Neurology of the N. Y. Academy of 
Medicine, Oct., 1893. 
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weaker so that they became quite powerless, and after 
about a month he suffered, in addition to the bladder, 
trouble from incontinence of feces. The hands and 
shoulders then began to get smaller and continued to do 
so for many years. After two years in the hospital, he 
had regained control of his sphincters, his legs became 



Fig. I. 


stronger and he left the hospital. It was at this time 
that he began to complain that he saw double and of 
severe lightning pains in the lower extremities. These 
pains were so severe that for weeks at a time he could 
not get sleep. Sexual power was rapidly lost, and peri¬ 
odically he would loose control of the sphincter vesicae. 
From this time he was unable to walk in the dark and 
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had difficulty in descending steps on account of fear that 
he would fall as he could not hold on by the hands. 

The wasting of the upper extremities, which had been 
progressing during this time, began first on the right 
side, and has always been more marked on this side than 
on the left, although the left is extremely affected. As 



Fig. II. 

has been said, the atrophy first showed itself in the 
shoulders and hands and has gone on until the present 
condition was reached. The wasting involved appar¬ 
ently the flexors and extensors equally as no suspicion 
of the “ claw hand ” ever developed. The wasting at 
first was very rapid, but after three to four years it 
progressed very slowly. 
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Examination made April 5, 1893 (which, likewise, in¬ 
dicates his present condition), was as follows: On in¬ 
spection, the patient when at his ease assumes the posture 
with the head bent forward so that the chin nearly 
touches the chest, (Fig. I.) When asked to hold the head 
erect the chin is tilted upward and the head is inclined a 
little backward. The former is his habitual posture. 
The upper extremities hang like flails from the shoulders. 
They are completely powerless. By swaying the body 
he is able to start them in a swinging motion. The 
hands look as if they had been flattened with a rolling 
pin; the eminences and depressions have entirely disap¬ 
peared. The forearms and arms have lost almost com¬ 
pletely their muscular tissue, some fat still remains. 
The head of the humerus on the right side has dropped 
from its socket so that a depression the width of a finger 
is left, (Fig. II.) On the right this is also apparent, but 
to a lesser degree. The muscles of the shoulders and 
back presenting the most extreme atrophy are, on the 
right side, the deltoid, supra and infraspinatus, serratus 
anticus (which presents a remarkable degree of wasting), 
trapezius, with the exception of its occipital bundles, 
teres major and minor. The latissimus, pectoralis major 
and sternocleido mastoid, are affected to a lesser degree. 
The rhomboids are quite well preserved, as is the levator 
anguli scapulas. The same condition is present on the 
left side, but to a considerably lesser degree, distinctly 
so in the left serratus anticus which is quite well pre¬ 
served when contrasted with the right. 

There is no fibrillary tremor in any of the partially 
wasted muscles and no response to tapping. 

There is scarcely any lordosis. 

Sensation in upper extremities is well preserved. 
The size of the lower extremities is not far from normal, 
but there is a suspicion of atrophy in the left peroneal 
group. 

There is marked Romberg symptom. Inability to 
stand on one foot or raise himself on tiptoes and inabil¬ 
ity to walk backward. 

Signe de l’escalier. 

Entire loss of myotatic irritability. Considerable ataxia 
in locomotion. No spastic condition. In the lower ex¬ 
tremities, marked diminution of sensibility, especially 
for pain, and sensation is greatly delayed. He says 
“ now ” in response to a severe prick of a pin in from 
three to four seconds in different parts of the lower ex- 
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tremities and the maximum pain is not attained for sev¬ 
eral seconds. 

There is no haphalgesia and no loss of temperature 
sense. 

The pupils react moderately to accommodation, but 
not to light. 

Complains of great heaveness of lower extremities, 
lancinating pains, paroxysmally, and of a continual 
girdle sensation. Cold weather or exposure aggravates 
his symptoms markedly and causes frequently distress¬ 
ing weakness of the sphincters. The atrophy of the 
muscles has apparently come to a standstill. 


A Clinical Study of Paralysis Ayitans with a 
Case of Recovery .—Mann ( The Physician and Surgeon, 
Oct., 1893). The writer gives the most meagre clinical 
details of a case which he considered paralysis agitans. 
The patient had trembling of all the extremities and 
tongue, which was greatly increased by emotional dis¬ 
turbance. Muscular force and cutaneous sensibility were 
normal. The disorder came on gradually as the result 
of domestic unhappiness and grief, and terminated in a 
condition of subacute mania, with delusions of persecu¬ 
tion and suspicion and hallucinations of sight and hear¬ 
ing. The treatment employed was drachm doses of 
sodium bromide and tincture of hyoscyannus and central 
galvanization. In less than three months the patient 
was discharged, sans paralysis agitans, sans mania, and in 
a condition of general excellence. The writer naively re¬ 
marks, “ I do not know that I should in another case get 
such a favorable result.” 

Without some details of the case that would assist in 
making a diagnosis of paralysis agitans, the report of 
this case can have neither scientific value nor carry con¬ 
viction. J. C. 



